Increased interest in early life origins of chronic disease, a concept often referred to as programming, has resulted in several studies investigating the origins of childhood or adulthood obesity during infancy. Rapid infancy weight gain as a risk factor and breastfeeding as a protective factor for later obesity have been most thoroughly studied. The association between rapid infancy weight gain and later obesity is supported by several observational studies, but not by the two, relatively small, randomized trials. This association is strong, suggests a dose-response effect and has biological plausibility, but is not consistent between study designs. Rapid infancy weight gain as a risk factor for later obesity has been experimentally reproduced in animal models, but not in humans. The protective effect of breastfeeding on obesity is also supported by several observational studies, but randomized trials are not available. Considering the potential for residual confounding factors, current evidence is insufficient to demonstrate origins of obesity during infancy or to change public health recommendations, but the potential for obesity prevention during infancy is promising.
Introduction
This review provides a critical appraisal of selected epidemiological studies addressing the hypothesis that childhood and adulthood obesity have origins during infancy, defined as the first 12 months of life. The concept that chronic conditions may have origins in early life is often referred to as imprinting or programming. As understood in this review, programming is defined by Lucas et al. 1 as 'the idea that stimuli or insults during critical or sensitive periods in early life can have lifetime consequences'. This concept is well established in the fields of developmental biology 2 and psychology, 3 and its application to nutrition is not new. 4, 5 Interest in programming of chronic disease in humans, including obesity, was renewed in the recent past by epidemiological evidence from the Dutch Famine study, 6 as well as ecological and cohort studies suggesting an association between small birth weight and later development of cardiovascular diseases. 7 As it became clearer that growth during fetal life may have long-term consequences on cardiovascular health and other chronic conditions, researchers became more interested with the possibility of programming during infancy, 8 another period of rapid growth more amenable to interventions than fetal life. The concept of a lifecourse approach to chronic disease epidemiology, 9, 10 in particular obesity epidemiology, 11 is not only helpful for epidemiological research, but may also provide a useful, and to some extent, novel framework for preventative medicine and public health. A lifecourse approach to obesity prevention would fit well within the concept of 'primordial prevention', that is, prevention in the first place 12 before the risk factors even develop.
The emphasis of the current review is placed on rapid infancy weight gain and breastfeeding; two nutritional exposures that have been particularly well studied. The context of this review is to evaluate whether the current level of evidence is sufficient to impact public health recommendations or if further research is needed, in particular, research to test the potential for interventions during infancy for childhood and adulthood obesity prevention.
The rationale to appraise evidence for obesity programming during infancy is that, if evidence is strong, important public health implications will emerge. The underlying public health questions are: (1) Can interventions during infancy decrease the long-term risk for obesity? (2) Is it safe to intervene during infancy to prevent obesity and are the benefits larger than the risks? (3) If the answer to both questions is 'yes', then, is it better to intervene during infancy than during other periods of life? If infancy is established to be critical for long-term obesity programming, in other words, if an intervention during infancy is more likely to have long-term benefits than during other periods, this finding would provide the rationale to favor interventions during infancy. Another reason to favor infancy is the fact that it is a relatively short period and therefore may be amenable to short-term and less expensive interventions than other longer periods of the lifecourse. Furthermore, frequent interactions with healthcare professionals routinely occur during infancy and most nutrition decisions are under the control of parents or guardians at that time. Potential reasons not to favor interventions during infancy include the potential for negative long-term consequences during a critical period for neurological, behavioral and physical developments. Even if the answer to question (3) is 'no', in other words, if interventions during infancy are not superior to interventions during other periods, interventions during infancy should not necessarily be eliminated as potential obesity prevention tools. First, as the obesity epidemic continues to spread, no potential target should be overlooked and every possible prevention tool should be considered. Second, at least in the United States, evidence suggests that excess adiposity is an increasing problem in early childhood, 13, 14 and therefore best addressed by early interventions. Although early childhood obesity is only moderately predictive of later obesity, 15 the increase in excessive weight among US toddlers is likely to result in worsening of the obesity epidemic over the coming decades.
Statement of purpose and methods
Several meta-analyses and systematic reviews of the association of rapid infancy weight gain 16 or breastfeeding [17] [18] [19] with later obesity have recently been published. Therefore, to add to the existing literature and not to repeat existing reviews, it was decided that the purpose of the present review would be to assess systematically the nature and strengths of evidence, rather than to provide an exhaustive review of existing individual studies. After discussing general concepts relevant to the association of rapid infancy weight gain or breastfeeding with later obesity, the nature and strength of the evidence will be appraised by study design, from the strongest to the weakest design. Randomized, controlled trials or, when available, meta-analyses of these randomized, controlled trials are usually considered to constitute the highest level of evidence, followed by meta-analyses and systematic reviews of observational studies, then by individual observational studies. To assess the current status of the research in the field, the most recently published meta-analyses or systematic reviews were used in addition to studies published after them. Additionally, each criterion for causality (constancy between studies, strength of the association, dose-response relationship, biological plausibility, temporality, experimental reproducibility in animal models and experimental reproducibility in humans) will be appraised systematically before providing a subjective assessment on the strengths and nature of evidence for each exposure of interest.
Except for comparisons, this review will not address other periods of growth as possible targets for obesity prevention, such as fetal life, postinfancy childhood or adolescence. This approach may be artificial from a scientific perspective, because each period is not independent from the other periods and interaction between periods cannot be assessed. However, this approach may be useful from a public health perspective, since interventions during infancy would likely differ, in nature and targets, from interventions during other periods. This review will not address outcomes other than obesity, such as other cardiovascular risk factors or diabetes. The issue of fat distribution will not be addressed either, as data are too sparse to allow critical appraisal. Possible mechanisms will not be discussed in detail as they have been previously reviewed, [20] [21] [22] [23] most recently by Singhal and Lanigan. 24 Rapid infancy weight gain and the development of childhood or adulthood obesity
The benefits of sufficient weight gain in infancy are unquestionable. It has been shown that impaired weight gain, especially among infants born small for gestational age, is associated, in the short-term, with infant mortality and morbidity 25 and, in the long-term, with suboptimal neurological development, 26 short stature, 27 coronary heart disease 28 and stroke. 29 Undernutrition in infancy, in particular in the second half of the first year of life, is the underlying cause of most infant mortality in low-income countries and the vicious cycle between malnutrition and infections is a frequent occurrence. 30 However, it is unclear if weight gain above the expected or usual weight gain, defined as following a specific weight-for-age growth curve, provides additional short-term or long-term benefits. For example, compared to the expected weight gain, slower than expected weight gain during infancy is associated with coronary heart disease 28 and stroke. 29 However, in these same studies, no clear benefit of weight gains above the expected weight gain is demonstrated. In the following sections, the potential risk of rapid infancy weight gain will be discussed, but this discussion should be placed in the broader context of Origins of obesity in the first year of life N Stettler optimal health. Even if a significantly increased risk of obesity owing to rapid infancy weight gain can be established, it should be remembered that this negative health consequence could be mitigated by other known (neurological, adult height) or unknown health benefits. One situation when rapid infancy weight gain may be beneficial is during catch-up growth. The phrase 'catch-up growth' is typically used to describe rapid weight gain following intrauterine growth retardation or birth small for gestational age. During catch-up growth, an infant below the expected weight for gestational age at birth gains weight rapidly to reach a weight corresponding to his/her genetic potential. Because catch-up growth represents a normalization of a previously abnormal growth pattern and because it is associated with improved neurological development 26 and other benefits, 25 catch-up growth is generally seen as a desirable growth pattern. However, in the specific context of rapid weight gain as a predictor of later obesity, it is unclear if infants who experience catch-up growth after intrauterine growth retardation are protected against an increased risk of obesity or if rapid weight gain, even in the context of catchup growth, is just a particular case of rapid weight gain associated with later development of obesity. A recent review suggests that the latter is true and that even among infants born with low birth weight, rapid infancy weight gain is associated with later obesity because no significant interaction between birth weight and rapid infancy weight gain on the risk for obesity was found in the studies reviewed. 16 As the detection of significant interactions depends on sample size, it is helpful to investigate the possibility of interaction in large studies. In the largest study to date of more than 19 000 full-term infants followed up to age 7 years, the association between early infancy weight gain and childhood overweight was stratified by birth weight quintiles. 31 The test for heterogeneity was not significant (P ¼ 0.5) in this large sample, suggesting that the association between early infancy weight gain with childhood overweight is not different between subjects born with a low, average or high birth weight. Because all subjects in this study were born at full-term gestation, those in the lower birth weight quintile were likely to have experienced intrauterine growth retardation and to be born small for gestational age. This finding may have important practical implication in the care of small-for-gestational-age infants, where balancing the risks and benefits of catch-up growth may be particularly difficult. The question of rapid infancy weight gain as a risk factor for later development of obesity should be clearly differentiated from the question of tracking of weight status over the lifetime. Tracking posits that overweight infants or children will become overweight adults. Rapid infancy weight gain is not necessarily related to infancy overweight. Catch-up growth is a good example. During catch-up growth, weight gain is rapid, but the infant usually does not become overweight. Studies of tracking consistently and expectedly show stronger correlations of adult weight status with adolescent or childhood than with infancy weight status. 15, 32 However, these findings do not necessarily mean that infancy is not an important period for programming, as rapid infancy weight gain is not synonymous with infancy overweight and programming can manifest after a latency period 9 and is not necessarily observable during infancy.
Critical appraisal by level of evidence In the following paragraphs, the evidence for an association between rapid early infancy weight gain and later obesity will be presented from the strongest to the weakest level of evidence. A controlled trial randomly assigning different rates of weight gain to different infants would be the strongest evidence to support an association between rapid early infancy weight gain and later obesity. Obviously, this type of research would be difficult to conduct for practical and ethical reasons. The next best design would be to randomly assign different diets or feeding patterns expected to result in different rates of weight gain. In a series of studies of adolescents born premature [33] [34] [35] [36] or full-term but small for gestational age 37 and who had been randomized to various infant formulae with the expectation that different rates of weight gain would result, Singhal et al. were able to do just that. In these studies, the association between enriched formula, and therefore more rapid weight gain, with cardiovascular risk factors such as hypertension, 34,37 insulin resistance 36 and endothelial function 33 was clear, but the association with obesity was not evident. 35, 37 In the cohort of preterm infants, rapid infancy weight gain was associated with leptin resistance, one of the mechanisms thought to underlie obesity, 38 but no association was detected with weight status itself. 35 Furthermore, these studies had some limitations, in particular, a relatively low follow-up rate and a relatively small sample size that could result in a type 2 error. Additionally, the subjects of these studies were either preterm or small for gestational age and these findings may not apply to full-term subjects born with an appropriate weight for gestational age. Ongoing prospective research 39 and potential follow-up of subjects randomized to different infant formulae or supplements may provide more information at the evidence level of randomized, controlled trials, but, so far, randomized trials do not support a clear causal association between rapid infancy weight gain and later obesity. Several systematic reviews, but no meta-analyses, have gathered observational studies that address the hypothesis that a rapid rate of infancy weight gain is associated with later obesity. 16, 40, 41 Similar to the other two reviews, the most recent systematic review of 21 studies by Ong and Loos 16 concludes that 'there is strong evidence for a true association between rapid infancy weight gain and subsequent risk of obesity in later life.' This conclusion is based on the fact that all of the 21 published studies demonstrate such an association and that, after standardization of infancy weight gain, all studies report associations of comparable
Origins of obesity in the first year of life N Stettler magnitude. In general, adjustment for measured confounding factors decreased the magnitude of the associations but did not abolish them. This systematic review reports that no study found evidence for an interaction between birth weight and infancy weight gain and that similar findings are present among full-term, preterm and low-birth-weight infants. A few studies have been published after Ong and Loos's systematic review and confirm their findings. [42] [43] [44] One of these recent studies 42 stratified analyses by breastfeeding status and found similar association for subjects who were breast-fed compared to those who were not, suggesting that the association between rapid infancy weight gain and later development of obesity is not limited to formula-fed infants. The focus of most studies has been to investigate weight gain as changes in weight for age, because it is the best indicator of a positive energy balance. However, weight gain can be separated between an increase in length for age and a further increase in weight for length. Furthermore, increase in weight for length can be separated between increase in fat mass and increase in lean mass. Difficulties in assessing the body composition of infants have limited research to differentiate the components of infancy weight gain, but recent studies have started to address these issues. 45 An important limitation of observational studies of infancy weight gain and later obesity is the potential for unmeasured confounding factors. Infancy weight gain and later obesity may be determined by a common unmeasured factor, for example a genetic factor, rather through a causal link. If this were the case, the association between rapid rate of weight gain during infancy and later obesity would have limited practical implications. Short of randomized, controlled trials, this possibility is difficult to exclude.
In addition to the issue of unmeasured confounding factors, the analyses and interpretations of these observational studies remain controversial. While it appears that there is little disagreement that an association between infancy weight gain and later obesity exists, controversy remains over whether weight gain during this period is more, less or just as critical as weight gain during other periods for the development of obesity. As mentioned above, from a practical perspective, whether or not infancy is more critical than other periods may not be that important, considering that any tool to prevent obesity is needed and considering the increase in overweight status among very young children. This issue, however, has scientific interest, for only if infancy were more critical than other periods of the life course could one really talk about obesity programing during infancy. Although the fact that infancy is more critical than other periods for the development of obesity is relatively easy to demonstrate in animal models and was established long ago, 4 this is much more difficult to demonstrate using human observational studies. Some of the issues are practical (analyses constrained by existing data) and others are statistical (variables colinearity, growth parameters standardization, lack of longitudinal growth reference data on expected variance). 46 Several analytical methods have been proposed, [47] [48] [49] but there is no clear consensus on which method is the best to identify critical periods of growth for the development of obesity.
Critical appraisal by criteria for causality Another approach to appraising evidence for an association between rapid infancy weight gain and later obesity is to examine criteria for causality adapted to the question of interest. 50, 51 The following criteria will be reviewed: constancy between studies, strength of the association, doseresponse relationship, biological plausibility, temporality, experimental reproducibility in animal models and experimental reproducibility in humans.
As noted by Ong and Loos, 16 all observational studies exploring an association between rapid infancy weight gain and later development of obesity were consistent in showing a positive association, but, as in any other systematic review, the possibility of publication bias, i.e. the higher likelihood of positive than negative results to be published, is difficult to exclude. Additionally, the two relatively small, randomized trials do not support this association. Therefore, the consistency criterion is not fulfilled in this case. Using pooled data, the strength of the association is estimated by an adjusted odds ratio (OR) of about 1.8 comparing weight gain above or below 2/3 of 1 s.d. during the first year of life. 16 However, as the outcome of obesity was not unusual in the populations studied, this OR may overestimate the relative risk (RR). From a public health perspective, the attributable risk may be more relevant than the RR. Two studies estimated at about 20% the population risk for overweight at age 4 or 7 years attributable to weight gain in early infancy in the highest quintile 31, 42 and another estimated at 30% the population risk for obesity in young adulthood attributable to weight gain in the first 4 months of life above 1 s.d. 52 These OR and population attributable risk percents suggest that the criterion of strength of the association is fulfilled in this case. The dose-response criterion also appears to be fulfilled when graphically examining increasing weight gain quintiles. 31 Several reviews [20] [21] [22] [23] of possible mechanisms suggest that the biological plausibility criterion is fulfilled. By the nature of the research question, the temporality criterion is obviously fulfilled. The experimental reproducibility in animal models criterion was established long ago 4 and has been frequently reproduced since. 21, 22 As discussed above, the experimental reproducibility in humans using randomized, controlled trials has not been established. In summary, the association of rapid infancy weight gain with later development of obesity fulfills several criteria for causality, except the criteria of consistency between study designs and experimental reproducibility in humans ( Figure 1 ). This last criterion is an important exception, as the other criteria based on human observational studies, could all be explained by residual confounding factors, and as human physiology during infancy may differ in important
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Breastfeeding and the development of childhood or adulthood obesity
The benefits of breastfeeding for the short-and long-term health of the offspring are unquestionable in areas as diverse as infectious diseases, inflammatory diseases, neurological development and cancer. [53] [54] [55] [56] A possible protective effect of breastfeeding on the development of obesity is, however, more controversial and will be critically reviewed in the following paragraphs.
Critical appraisal by level of evidence Because of the clear benefits of breastfeeding, strictly speaking, randomized, controlled trials of breastfeeding vs formula are unethical and would be difficult to implement. However, as the benefits of breastfeeding promotion on initiation, continuation and exclusivity of breastfeeding have not been clearly established in all settings, several randomized, controlled trials of breastfeeding promotion have taken place and, if successful at increasing breastfeeding, could provide an opportunity to compare groups with different breastfeeding rates in an unbiased way. Obviously, not all families randomized to breastfeeding promotion will implement breastfeeding recommendations and some subjects randomized to usual care will be breast-fed. However, this misclassification of exposure is likely to be nondifferential and therefore to bias findings toward the null hypothesis. Thus, if breastfeeding promotion trials demonstrate a decrease in obesity among subjects who were randomized to breastfeeding promotion, such a finding would likely be true, but if such trials show no impact on obesity, despite successful increases in breastfeeding practices, the results would be more difficult to interpret. One of these breastfeeding promotion trials was successful at increasing continuation and exclusivity of breastfeeding 57 and the study subjects have been followed to investigate the long-term impact of breastfeeding promotion. Unfortunately, data on obesity from this study have not yet been published. The results of this randomized trial will be particularly important, considering the significant risk of unmeasured confounding factors in observational studies of breastfeeding.
The most recent meta-analysis examined the association of breastfeeding duration with the risk for overweight using 17 observational studies. 17 The authors concluded that their 
Experimental reproducibility in animal models
No data
No data Experimental reproducibility in humans
No (2 studies) Figure 1 Critical appraisal of the existing literature on rapid infancy weight gain as a risk factor and breastfeeding as a protective factor for the development of obesity during childhood and adulthood by study design (from the strongest to the weakest design) and by criteria for causality.
Origins of obesity in the first year of life N Stettler findings 'strongly support a dose-dependent association between longer duration of breastfeeding and decreased risk of overweight'. No publication bias was detected in this meta-analysis. At about the same time, two quantitative reviews of infant feeding and obesity (28 studies or about 300 000 subjects included in the meta-analysis) 18 and body mass index (BMI; 36 studies or about 355 000 subjects included in the meta-analysis) 19 were published. The authors concluded that breastfeeding is associated with a decreased risk for obesity and a lower BMI later in life. No evidence was found for publication bias in the study that included unpublished data 19 and it was difficult to determine in the other study, 18 but thought to be unlikely to affect the findings. Adjustment for confounding factors resulted in a markedly decreased, but still persistent, association of breastfeeding with obesity 18 and abolishment of the association with BMI. 19 This is an important finding, because of the likelihood of unmeasured or residual confounding factors in the association between breastfeeding and later obesity. Even after adjustment for socioeconomic status, as measured by income or education, it is possible that unmeasured, but likely existing differences in attitudes towards nutrition and health could confound the association between breastfeeding and later obesity. In fact, it is difficult to imagine how two mothers of the same socioeconomic status who differ in their choice of breastfeeding would not differ in other attitudes or behaviors associated with the development of obesity in their offspring. Again, data from randomized trials of breastfeeding promotion will be invaluable for answering these questions. After these recent meta-analyses and systematic reviews, at least 13 additional observational studies were published. Six of them suggested a decreased risk for obesity with breastfeeding, [58] [59] [60] [61] [62] [63] while five 42,64-67 did not detect any association. One of the largest studies to date showed a protective effect of breastfeeding only in some subgroup analyses. 68 The last study, by Nelson et al. 69 is particularly interesting as it compared the association of breastfeeding with young adulthood obesity among 850 sibling pairs before and after adjustment for sibling status. Although an association was detected after adjustment for measured potential confounding factors but before adjustment for sibling status, the association disappeared after adjustment for sibling status suggesting that, in this case, the observed association of breastfeeding with later obesity was not causal but confounded by unmeasured factors.
Critical appraisal by criteria for causality
In assessing the association between breastfeeding and later obesity using criteria for causality, constancy between studies will be evaluated first. Although some studies reported statistically significant results, while others did not, the OR plots of the two most recent meta-analyses using obesity as the outcome showed a point estimate in all but one study in the direction of a protective effect of breastfeeding. 17, 18 The meta-analysis that used BMI as the primary outcome, however, showed less consistent results, especially for the studies where the outcome was measured in adulthood. 19 Thus, the consistency criterion appears to be only partly fulfilled. The second criterion for causality is based on the strength of the association. Pooled data from 28 studies of about 300 000 subjects suggest a decreased risk of obesity of about 13% comparing initial breastfeeding to initial formula feeding. 18 In a separate pooled data analysis compared to no breastfeeding, breastfeeding for about 2 months was associated with a 20% decreased risk; breastfeeding for about 5 months, a 24% decreased risk; and breastfeeding for more than 7 months, a 33% decreased risk. 17 These effect sizes would usually be considered large, and thus the strength of association criterion is fulfilled. However, the effect size on BMI was small, on average a 0.04 kg/m 2 group difference. 19 A dose-response relationship between duration of breastfeeding and decreased risk for obesity has been consistently reported, including in a meta-analysis, 17 thus this criterion is clearly fulfilled. The biological plausibility criterion is fulfilled by the investigation of several possible biological or behavioral mechanisms. Possible biological mechanisms linking breastfeeding with later obesity include biological factors such as leptin 70, 71 or insulin 72 contained in breast milk but not in infant formula and that could be related to early growth patterns and/or later obesity. Furthermore, in general, infant formula contains more protein than breast milk and this has been hypothesized as one of the mechanisms for increased adiposity associated with formula feeding. 73 Breast-fed infants, on an average, grow more slowly than formulafed 74 infants, possibly because of the higher protein content of infant formula. If the hypothesis discussed in the other part of this review is true, more rapid growth in infancy could also be one of the biological mechanisms in the association between breastfeeding and later obesity. Hopefully, the new World Health Organization charts based on healthy breast-fed infants 75 will help clinicians decide when infant growth is optimal. Possible behavioral mechanisms linking breastfeeding with a lower risk for the development of obesity include the hypothesis that breast-fed infants are more likely to regulate intake based on their internal cues than based on maternal control. Maternal control on feeding, a predictor of childhood obesity, 76 is higher among formula-fed compared to breast-fed infants. 77 However, the association of obesity with breastfeeding modalities, such as on-demand vs scheduled feeding or number of meals has not been sufficiently studied. By the nature of the exposure, the temporality criterion is obviously fulfilled. The criterion of experimental reproducibility in animal models is difficult to test, as typical animal models do not tolerate formula feeding well, but data on experimental reproducibility in humans should soon be available. In summary, causality in the association between breastfeeding and later protection from obesity is supported by the strength of the association, a dose-response Origins of obesity in the first year of life N Stettler relationship, biological plausibility, temporality and to some extent by consistency, but experimental data in both animal and humans are lacking (Figure 1 ).
Other aspects of obesity programming during infancy
Other aspects of possible origins of obesity during infancy have been less extensively studied. Increased protein intake, 5, 39, 78, 79 early introduction of complementary foods, 66, 80 rapid rate of sucking 81, 82 and breast milk of diabetic mothers 83 have been hypothesized to increase the risk for later obesity but data are too sparse to conduct critical appraisal of these hypotheses. Stunting, or short stature for age, has also been studied as a risk factor for the development of obesity, particularly in low-income countries, 84, 85 but results are inconsistent. 86, 87 Additionally, stunting is the result of chronic undernutrition that can have its origins during fetal life, infancy or childhood and therefore is not addressed in this reviewed focused on infancy exposures.
Limitations of current evidence
In this review, several important methodological limitations that should be addressed to advance the research on possible origins of childhood and adulthood obesity in the first year of life were identified. Randomized trials in humans are lacking and are particularly important as the potential for residual confounding is great in this type of observational study. Most observational studies with long follow-up are constrained by data collected for purposes other than investigating the infancy origins of obesity. Partly for this reason, but also because of limitations of existing statistical methods, most analyses of observational studies focus on one period without accounting for the importance of other periods or possible interactions between exposures at different periods. Data on the infancy origin of fat distribution are lacking, but are important considering the metabolic and cardiovascular consequences of different patterns of fat distribution. Lastly, most studies do not balance risks and benefits with a comprehensive approach to health over the lifecourse, but concentrate on obesity as an isolated outcome. This is an important issue to consider before public health recommendations can be made.
Conclusions
In conclusion, there is strong evidence from observational studies for a positive association between rapid infancy weight gain and later obesity, and for a negative association between breastfeeding and later obesity. However, the lack of experimental evidence in humans limits the ability to make causal inferences, especially in a context where unmeasured or unknown confounding factors could explain much of the observed associations without a real cause-effect relationship. Therefore, current evidence seems insufficient to demonstrate undoubtedly that programming of obesity occurs during infancy in humans or to support recommendations for obesity prevention starting in infancy. However, as breastfeeding has demonstrated benefits other than obesity prevention, breastfeeding promotion has been recommended as part of the strategy to prevent obesity, despite the lack of experimental evidence. 88, 89 Further research will help in assessing the potential of interventions during infancy to prevent obesity over the life course.
